Using ELISA and f l u o r e s c e n t antibody assays, we followed shedd i n g and r e p l i c a t i o n of mouse r o t a v i r u s (MRV) i n groups o f suckl i n g , a d u l t , and l a c t a t i n g female SCID, and age matched normal ( c o n t r o l ) mice.
The mice were i n f e c t e d , w i t h o r a l l y administered l i v e MRV, o r spontaneously v i a i n g e s t i o n of v i r u s c o n t a i n i n g f e c e s from i n f e c t e d pups.
Suckling normal and SCID mice were i n f e c t e d w i t h M R V w i t h developnent o f d i s e a s e i n a p r e d i c t a b l e manner. However, SCID i n f a n t s e x h i b i t e d more s e v e r e d i s e a s e and p e r s i s t e n t v i r a l shedding i n t h e feces. Although normal a d u l t mice could n o t be i n f e c t e d with t h e v i r u s , SCID a d u l t s developed i n f e c t i o n i n about 5-10% o f v i l l o u s e n t e r o c y t e s , b u t w i t h l i t t l e o r no c l i n i c a l d i s e a s e . S i g n i f i c a n t l y , t h e s e animals continued t o shed v i r u s i n f e c e s i n t e r m i t t e n t l y 4 t o 5 months ( t o d a t e ) a f t e r primary i n f e c t i o n .
No MRY s p e c i f i c s e c r e t o r y antibody a c t i v i t y was induced i n t h e i n t e s t i n e i n SCID mice. However, such i n f e c t e d a d u l t s manifested s i g n i f i c a n t r e s i s t a n c e t o subsequent a t t e m p t s a t r e i n f e c t i o n w i t h h i g h dose of v i r u s ( 8 x 1 0~ ID50) adm i n i s t e r e d o r a l l y . The v i r u s recovered from t h e SCID mice was h i g h l y i n f e c t i o u s when re-inoculated i n s u s c e p t i b l e s u c k l i n g animals. These d a t a suggest t h a t t h e v i r u s and h o s t may have achieved a "steady s t a t e ' i n t h e g u t i n immunodeficient animals, implyi n g t h a t f a c t o r s o t h e r t h a n r o t a v i r u s -s p e c i f i c serum and s e c r e t o r y antibody o r T c e l l f u n c t i o n a r e important i n c o n t r o l l i n g v i r u s r e p l i c a t i o n i n t h e gut.
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Wehavepreviouslydescribed s i g n i f i c a n t d i f f e r e n c e s i n p l a s m a a m i n o a c i d s , b i l e f l o w a n d b i l i a r y b i l e a c i d outputbetweenanimalsinfusedeitherglucoseor glucose+aminoacids. Thepresentstudywasundertakentodetermine l i v e r , b i l e a n d b r a i n aminoacid responsestotheinfusionofthesevariousnutrients. Adultmale Sprague-Dawleyrats (225-325g)were c a n n u l a t e d v i a t h e j u g u l a r v e i n a n d i n f u s e d w i t h e i t h e r glucose (GLU) orglucose+amino a c i d s (TPN) orwere chow-fed (CHOW). A f t e r 5 d a y s o f t h e r e s p e c t i v e r e g i m e n s , b i l e w a s c o l l e c t e d f o r 4 h , animalswerekilledandbrain and l i v e r o b t a i n e d . TheGLUanimals received 164 (SD 7) kcal/kg/d, whereasTPNanimalsreceived9.4 (0.5)g AA and 154 (8) kcal/kg/d. BothGLUandTPNanimals IostweightandCHOWanimals gainedweight. I n genera1,thetissueaminoacidpatternswere s i m i l a r t o t h o s e i n plasma; mostindividualaminoacidsweredifferentamonggroups i n l i v e r and b i l e w h e r e a s o n l y t h r e o n i n e , v a l i n e a n d i s o l e u c i n e concentrationsweredifferentamongthe g r o u p s i n t h e b r a i n . essential tonon-essentialaminoacid r a t i o s (markers of p r o t e i n n u t r i t i o n a 1 s t a t u s ) w e r e : 0.59, 0.51 and 0 . 3 6 i n t h e p l a s m a s ; 0 . 1 8 , O . l l a n d 0 . 0 9 i n t h e l i v e r s ; and 0.29, 0.29 and 0 . 2 2 i n t h e b i l e of TPN, CHOWandGLUanimals r e s p e c t i v e l y . Thebranchchainamino acidsareactivelyaccumulatedinthe l i v e r fromtheplasmaand t h e n a p p e a r t o b e p a s s i v e l y t r a n p o r t e 
d d o w n a c o n c e n t r a t i o n g r a d i e n t i n t o t h e b i l e . Thus, t h e aminoacidresponsestothesenutritional manipulations i n d i c a t e t h a t t i s s u e s ( p r i m a r i l y t h e l i v e r ) may be s u s c e p t i b l e t o t h e t r o p h i c and t o x i

Reports of p e d i a t r i c p a t i e n t s with dumping syndrome (DS) a r e few and t h e mechanisms of d i s t u r b e d glucose homeostasis
have not been studied. W e evaluated 3 c h i l d r e n p r e s e n t i n g with severe hypoglycemic r e a c t i o n s secondary t o DS; P t 1 developed DS a f t e r fundoplication a t 30 mo of age. P t 2 diagnosed a t 4 mo of age, had c e n t r a l hypoventilation, Hirschsprung's Disease,and generalized autonomic dysfunction. Pt 3 was 6 mo o l d when diagnosed and developed DS from malplacement of a feeding gastrostomy tube. Blood glucose l e v e l s d u r i n g and a f t e r 2-5 meals i n each c h i l d showed hyperglycemia-37597 mg% (m+_SD) 30 min postp r a n d i a l l y and hypoglycemia-35s0 mg% >120 min l a t e r . Swings i n glucose were p r o p o r t i o n a l t o volume of meals. I n s u l i n and glucagon l e v e l s were followed during a s i n g l e meal challenge t e s t during which glucose rose t o 3 5 6 5 9 mg% 30 min p o s t p r a n d i a l l y and f e l l t o 32211 mg% a t 150230 min. Hormonal analyses indicated (1) i n a p p r o p r i a t e e a r l y r e l e a s e of glucagon(300 pg/ml @ 15 min) i n Pt 1, ( 2 ) exuberant e a r l y r e l e a s e of i n s u l i n (max 190+15 uU/ml) r e s u l t i n g i n r a p i d f a l l i n glucose i n a l l patTents, ( 3 ) prolonged c e l l u l a r glucose uptake i n t h e absence of c i r c u l a t i n g i n s u l i n leading t o hypoglycemia i n Pt 2, and (4) inadequate glucagon response t o hypoglycemia r e s u l t i n g i n s u s t a i n e d hypoglycemia i n P t s 1 and 2. These d a t a i n d i c a t e t h a t g r o s s d i s t u r b a n c e s of t h e insulin-glucagon a x i s a t t e n d childhood dumuing syndrome. In r a t s , t h e developmental appearance of t h e 1.25R, iCaBP and i t s responsiveness t o 1,25 occur around weaning. To t e s t t h e hypothesis t h a t i n t h e f e t a l sheep, where t h e r e i s evidence f o r a r o l e of f e t a l 1,25 i n mineral metabolism, t h e r e would be prenatal appearance of i n t e s t i n a l 1.25R and iCaBP, we i s o l a t e d c y t o s o l i c i n t e s t i n a l 1,25R from samples of f e t a l (F:n=8) and maternal (M:n=5) small i n t e s t i n a l mucosa a t 13Bd of g e s t a t i o n (term=145d). 1,25R were c h a r a c t e r i z e d by sedimentation c o e f f ic i e n t ( S e d ) , Scatchard a n a l y s i s of s a t u r a t i o n binding d a t a and DNA-cell u l o s e a f f i n i t y chromatography (DNAcell). The following r e s u l t s were obtained: Gel f i l t r a t i o n of-F and M i n t e s f i n a l mucosal c y t o s o l s revealed a high a f f i n i t y calcium binding p r o t e i n i n t h e 12,000 molecular weight region t h a t demonstrated decreased a n i o n i c charge when bound t o calcium (Ca) with t h e following e l u t i o n p r o f i l e on DEAE-A25 chromatography:
(-Ca:el ution a t 0.2M NaCl / +Ca:el u t i o~ i n void volume). 
